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Dear Client

Welcome to the future of fithess and lifestyle analysis! With genetic profiling you can at last
discover some of your body’s metabolic secrets through a better understanding of some key genes
in your genetic “blueprint”. You can use the genetic information provided in this report to improve
the effectiveness of your diet and training regime.

A GeneElite™ genetic profile provides INSIGHT, initiates PLANNING and improves PERFORMANCE.

Enclosed in this diary is your fitness and lifestyle analysis based on your personal GenekElite
genetic profile. Our laboratory has analysed a panel of fifteen key fitness and lifestyle genes and
reported the particular variations you possess. Each gene analysed has several variations (called
alleles), and it's the combination of allelic variations that define your particular physiology. This
genetic information will provide your fitness professional with key information that will enable
more informed choices about the direction your training should take to achieve best results.

Planning

The more objective information you have about your body, the better you are able to plan how to
achieve your goals. For example, if your goal is to lose body fat, then knowing how your body
metabolises fat can help you attain that goal. The GeneElite report provides direction, but you may
wish to talk to your trainer or dietician about tailoring your existing health and fitness program now
that you have a better understanding of how your body is genetically geared to burn fat.

Performance (] ]

By refining your program with the support of your health and fitness professional you capitalise on
your genetic advantages whilst targeting and compensating for your genetic challenges. This can
greatly improve the performance of your training and diet and allow you to reach your goals faster.

We know you will find this analysis to be a valuable and permanent insight into achieving your
desired results.
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Gene Groups Assessed in Your Report

BODY FAT METABOLISM

This section gives you an understanding of how well your body metabolises fat as well as your
predisposition to insulin resistance, which can lead to type Il diabetes. The results will assist you in
determining which type of exercise will be most effective in helping you burn or maintain body fat
and avoid insulin resistance.

LEAN BODY MASS DEVELOPMENT

Lean Body Mass Development describes more than just muscle, and includes the organs and
bone. This section does not directly relate to muscle growth (hypertrophy). Having a Poor rating
does not indicate you cannot build muscle. It represents your body’s natural potential at a
cardiovascular level, tolerance to anaerobic exercise (lactate build up) and bone density
maintenance, all of which influence muscle growth and health.

RECOVERY

The Recovery section indicates your susceptibility to inflammation. If you are new to exercise then
a Poor or Average rating provides a flag for you to be aware of your body’s predisposition to longer
durations of inflammation and free radical production. The training section provides strategies to
help you minimise inflammation and free radical damage.

NUTRTION

This nutrition section looks at your liver’s natural ability to flush out toxic waste known also as
xenobiotics. Reduced free radical production and good detoxification will improve your general well
being.
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Fithess Profile Report

Client Identification Number | 1000000070
Date of test |

Group 1
Body Fat Metabolism POOR

Lipid Metabolism and Insulin Sensitivity
ADRB-2 PPARYy2
Normal

Group 2
Lean Body Mass Development EXCELLENT

Cardiovascular Health, Muscle Health and Bone Density

ACE eNO0S-3 MTHFR HIF-1 MCT-1 Col1A1
Normal Normal Normal Variation Normal

Group 3

Inflammation and Antioxidation
TNFo IL-6 MnSOD CYP1A1
Normal Normal

Group 4

Detoxification
CYP1A1 GSTT1 GSTM1 GSTP1
Normal Normal

I hereby certify that the DNA used in the above tests has been destroyed.
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Understanding your results

Your profile report is segmented into four groups of related gene functions. Each group is given an
overall rating of Poor, Average, Good or Excellent. The ratings system is detailed below. Ratings
provide a quick reference to understanding your physiological strengths and weaknesses. In
reading your profile it is important that you take your exercise and nutritional habits into account
too. If your diet and exercise regime is appropriate for your physiology, then you have implemented
an effective guard against health risks such as cardiovascular disease, obesity and Type Il
diabetes for example.

Poor or Average ratings flag areas of your profile to which you should pay special attention and to
question your current lifestyle habits surrounding the area profiled. For example if you have a poor
to average body fat metabolism rating, and you are overweight, this is a prompt to discuss exercise
and nutrition strategies with your fithess or nutrition professional. If you have a poor nutritional
rating, you may wish to review your nutritional intake with your fitness or nutritional professional
and ensure you have an effective plan.

Do not be discouraged by a Poor rating—the result is a genetic reality to which you can respond. By
knowing your genetic limitations you can make effective decisions for the rest of your life that will
add up to significant health and longevity benefits overall. Ultimately, this is a valuable outcome
from a modest investment in gene profiling.

An Excellent rating is an advantage, however it is no immunity to the negative health implications
of poor lifestyle choices. An Excellent result means you have some potential physiological
advantages over the general population, but you will only reap any benefits after due effort.

Remember to read your gene diary to gain further insight into what each gene variations means at
a physiological level. You should link your rating with your current lifestyle and history of diet and
exercise. If you have specific concerns about your health you should consult your health
professional.

Allelic variations

Different versions of the same gene are called alleles. It's these allelic variations can have a
positive or negative impact. If you have a variation in any of the genes tested, it is shown on your
report in either green or blue. Green indicates a positive variation and blue indicates a negative
variation. An allele is considered “normal” according to convention in the scientific literature.

Overall ratings

POOR: A poor rating indicates that you have several variations within your genetic profile
associated with less efficient fitness or nutritional performance. You should review your rating in
combination with your fitness and nutritional assessment conducted by your trainer/nutritional
advisor. Having a poor dietary or exercise history may result in a higher risk of health problems
over the long term.

AVERAGE: You have some non-beneficial gene variants associated with less efficient fitness and
nutrition. By reviewing the category with your fitness or health professional, you can target or
incorporate new exercises and/or dietary recommendations to maximise your fitness and
nutrition.

GOOD: You have some beneficial gene variants associated with more efficient fitness or nutrition.
Genetically, categories with this rating may allow you to perform more efficiently than the general
population within the specific category.

EXCELLENT: An excellent rating indicates you have the most beneficial combination of normal
genes and positive allelic variations. This result places your genetic profile above the general
population. When combined with optimised training and nutrition you have the potential to achieve
superior fitness and associated health benefits easier than most people.



Group 1: Body Fat Metabolism

Lipid Metabolism and Insulin Sensitivity

ADRB-2
Beta-2 Adrenergic Receptor
Lipid Metabolism

The human body is composed of a variety of different tissue types. The so-called 'lean' tissues,
such as muscle, bone, and organs are metabolically very active, while fat tissue is much less
active. The minimum percentage of body fat considered safe and acceptable for good health is 5%
for males and 12% for females. The average adult body fat is closer to 15-18% for men and 22-
25% for women. The metabolism of fat is more pronounced in females than in males. Once men
creep up over about 25% and women over about 32%, there is a direct correlation with illness and
disease.

Molecules such as adrenaline activate the breakdown of fats. These molecules are influenced by
exercise and so regulate body weight. Adrenaline works by activating a molecule called the beta-2
adrenergic receptor (ADRB-2).

The GenekElite test detects a negative variation in the ADRB-2 gene. The variation is associated
with reduced fat burning during exercise, higher BMI* and accumulation of body fat. The negative
variation is present in about 20% of the population.

PPARY2

Peroxisome Proliferator-Activated Receptor gamma-2
Insulin Sensitivity

Visceral fat is found deep in the abdomen and surrounding organs. Visceral fat is metabolised into
free fatty acids, which travel to the liver to be converted into cholesterol. If the amount of fatty
acids in the liver is too high it can result in an over production of cholesterol or lead to insulin
resistance. An over production of cholesterol can lead to blockage of blood vessels and a high risk
of cardiovascular disease.

Insulin resistance can lead to the onset of Type Il diabetes. In this form of diabetes insulin is
produced, however, it is ineffective in allowing glucose to be taken up into the surrounding cells
and results in hyperglycaemia (an abnormally high level of glucose in the blood).

Both the over-production of cholesterol and insulin resistance are associated with obesity, which is
defined as a high level of visceral fat and a BMI' greater than 30.

PPARY2 plays a key role in regulating fat metabolism and insulin sensitivity (glucose turnover).
PPARY2 activity in visceral fat causes a significant mobilisation of fatty acids into blood vessels
that travel to the liver. In obese individuals with higher levels of visceral fat, correspondingly higher
levels of fatty acids are mobilised. This can lead to the onset of Type Il diabetes and/or
cardiovascular disease.

The GeneElite test detects a positive variation resulting in reduced PPARY2 gene activity. Reduced
activity may lessen the risk of Type Il diabetes and/or cardiovascular disease (due to lower levels
of fatty acid mobilisation to the liver). Approximately 30% of the population have the positive
variation.

1 Body Mass Index (BMI) is the relationship between height and body weight which is associated
with body mass and health risk. The equation is: BMI = weight (in kilograms) / (height [in metres])2.
Guidelines for BMI can be found on many internet sites (e.g. www.halls.md).



Training Guide

Group 1: Body Fat Metabolism

Note Information and suggestions contained here are guidelines only and should be
used in conjunction with a supervised fitness and nutritional program.

If you have a variation in the ADRB-2 gene, your body is genetically slower at oxidising body fat.
You should consult with your trainer or nutritionist about how to increase your metabolism, as

outlined in the Training Guide section on Lean Body Mass Development. Weights or resistance
programs will assist in raising your metabolism for longer periods than cardiovascular training.

Having a Good or Excellent Lean Body Mass Development rating indicates that training programs
stimulating muscle (weights or resistance training) will help compensate for poor fat burning
ability. Lean muscle is metabolically more active and will be beneficial in assisting your body to
oxidise fat (refer to the Lean Body Mass Development section for more details).

A balanced diet low in saturated fats will aid in body fat reduction. Programs involving
cardiovascular training will also be beneficial to general health. If you have a Poor or Average Lean
Body Mass Development rating you will nevertheless benefit from exercise. A balanced diet
combined with cardiovascular and resistance training will reduce body fat. However, more time
might be required to achieve results so some patience and persistence will be required.

Possessing the normal gene for PPARY in overweight individuals indicates a risk factor for insulin
resistance or Type Il diabetes. Individuals with high amounts of abdominal fat (indicating high
amounts of visceral fat) are at greater risk. Measuring your hip to waist ratio is a quick way to
determine if you carry excess abdominal fat. Individuals are strongly recommended to lower their
intake of saturated fats and undertake a body fat loss program to reduce the associated risks.

If you received an Excellent or Good Body Fat Metabolism rating, your body is geared towards
efficient fat burning, It also suggests your risk of insulin resistance may be lower due to slower
movement of visceral fat to the liver.

Cardiovascular training programs will be beneficial for Good to Excellent ratings. Ideal aerobic
training is around 60-80% MHR2 for 20-60 minutes, 3-5 times a week.

Example Aerobic Programs

1. Exercise Bike: 20-60 minutes at 60-80 % of your MHR. This exercise is beneficial if you
are overweight as it reduces mechanical loading on your back and knees, especially for
those with low fitness levels.

2. Treadmill or Cross Trainer: 20-60 minutes 60-80% MHR. Cross-trainers assist in
lowering mechanical stress on the back and legs. This is effective for individuals who may
be overweight. You should also refer to your recovery profile as poor recovery can
influence joint inflammation. (See the Recovery section)

3. Rowing machine: 20-30 minutes at 40 strokes per minute. An excellent form of aerobic
exercise. This will also help develop upper body strength. Have your personal trainer
monitor your technique to ensure correct ergonomics.

2 MHR= Maximum Heart Rate in beats per minute (To calculate subtract your age from 220)
-6-
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Help Sheet

Group 1: Body Fat Metabolism

Body Fat Metabolism Diary

Date

BMI

% Body Fat

To determine % of Body Fat, ask your personal trainer or GP for assistance.

Dietary recommendations






References

ADRB-2 References

1.

10.

11.

PPA
1.

Large V, Hellstrom L, Reynisdottir S, Lonnqvist F, Eriksson P, Lannfelt L, Arner P. Human beta-2 adrenoceptor gene
polymorphisms are highly frequent in obesity and associate with altered adipocyte beta-2 adrenoceptor function. J.
Clin. Invest. 1997; 100: 3005-3013.

Meirhaeghe A, Helbecque N, Cottel D, Amouyel P. Bete2-adrenoceptor gene polymorphism, body weight, and physical
activity. Lancet. 1999; 353: 896.

Moore GE, Shuldiner AR, Zmuda JM, Ferrell RE, McCole SD, Hagberg JM. Obesity gene variant and elite endurance
performance. Metabolism. 2001; 50: 1391-1392.

Garnec C, Perusse L, Chagnon YC, Rankinen T, Gagnon J, Borecki IB, Leon AS, Skinner JS, Wilmore JH, Rao DC,
Bouchard C. Effects of B2-adrenergic receptor gene variants on adiposity: The HERITAGE Family Study. Obes. Res.
2003; 11: 612-618.

Gonzalez Sanchez JL, Proenza AM, Martinez Larrad MT, Ramis JM, Fernandez Perez C, Palou A, Serrano Rio M. The
glutamine 27 glutamic acid polymorphism of the beta2-adrenoceptor gene is associated with abdominal obesity and
greater risk of impaired glucose tolerance in men but not in women: a population-based study in Spain. Clin.
Endocrinol. 2003; 59: 476-481.

Macho-Azcarate T, Marti A, Calabuig J, Martinez JA. Basal fat oxidation and after a peak oxygen consumption test in
obese women with beta2 adrenoceptor gene polymorphism. J. Nutr. Biochem. 2003; 14: 275-279.

Perusse L, Rankinen T, Zuberi A, Chagnon YC, Weisnagel SJ, Argyropoulos G, Walts B, Snyder EE, Bouchard C. The
human obesity gene map: the 2004 update. Obes. Res. 2005; 13: 381-490.

Williams CM. Lipid metabolism in women. Proceedings Nutrition Society. 2004; 63: 153-160.

Ukkola O, Tremblay A, Bouchard C. Beta-2 adrenergic receptor variants are associated with subcutaneous fat
accumulation in response to long-term overfeeding. Int. J. Obes. Relat. Metab. Disord. 2001; 25: 1604-1608.

Macho-Azcarate T, Calabuig J, Marti A, Martinez JA. A maximal effort trial in obese women carrying the beta2-
adrenoceptor GIn27Glu polymorphism. J. Physiol. Biochem. 2002; 58: 103-108.

Ry2 References

Adamo KB, Sigal RJ, Williams K, Kenny G, Prudhomme D, Tesson F. Influence of Pro12Ala peroxisome proliferators-
activated receptor gamma2 polymorphism on glucose response to exercise training in type 2 diabetes. Diabetologia.
2005; 48: 1503-1509.

Buzzetti R, Petrone A, Caiazzo AM, Alemanno |, Zavarella S, Capizzi M, Mein CA, Osborn JA, Vania A, Mario UD. PPAR-
gamma?2 Pro12Ala variant is associated with greater insulin sensitivity in childhood obesity. Pediatric Res. 2005; 57:
138-140.

Vanttinen M, Nuutila P, Pihlajamaki J, Hallsten K, Virtanen KA, Lauta,aki R, Peltoniemi P, Kemppainen J, Takala T,
Viljanen AP, Knuuti J, Laakso M. The effect of the Ala12 allele of the peroxisome proliferators-activated receptor-
gamma?2 gene on skeletal muscle glucose uptake depends on obesity: a positron emission tomography study. J. Clin.
Endocrinol. Metab. 2005; 90: 4249-4254.

Frederiksen L, Brodbaek K, Fenger M, Jorgensen T, Borch-Johnsen K, Madsbad S, Urhammer SA. Studies of the
Pro12Ala polymorphism of the PPAR-gamma gene in the Danish MONICA cohort: Heterozygosity of the Ala allele
confers a decreased risk of the insulin resistance syndrome. J Clin. Endocrinol. Metab. 2002; 87: 3989-3992.

Dony AS, Fischer B, Cecil JE, Boylan K, McGuigan FE, Ralston SH, Morris AD, Palmer CN. Association of the Pro12Ala
and C1431T variants of PPARG and their haplotypes with susceptibility to the Type 2 diabetes. Diabetologia. 2004;
47: 555-558.

Altshuler D, Hirschhorn JN, Klannemark M, Lindgren CM, Vohl MC, Nemesh J, Lane CR, Schaffner SF, Bolk S, Brewer
C, Tuomi T, Gaudet D, Hudson TJ, Daly M, Groop L, Lander ES. The common PPARgamma Pro12Ala polymorphism is
associated with decreased risk of type 2 diabetes. Nat. Genet. 2000; 26: 76-80.

Arner P. Obesity and the Adipocyte: Regional adipocity in man. J. Endocrinol. 1997; 155: 191-192.
Deeb SS, Fajas L, Nemoto M, Pihlajamaki J, Mykkanen L, Kuusisto J, Laakso M, Fujimoto W, Auwerx J. A Pro12Ala

substitution in PPARgamma2 associated with decreased receptor acitivity, lower body mass index and improved
insulin sensitivity. Nat. Genet. 1998; 20: 284-287.



ACE References

1.

Lin M-H, Tseng C-H, Tseng C-C, Huang C-H, Chong C-K, Tseng C-P. Real-time PCR for rapid genotyping of angiotensin-
converting enzyme insertion/deletion polymorphism. Clin. Biochem. 2001; 34: 661-666.

Myerson S, Hemingway H, Budget R, Martin J, Humphries S, Montgomery H. Human angiotensin |-converting enzyme
gene and endurance performance. J. Appl. Physiol. 1999; 87: 1313-1316.

Gayagay G, Yu B, Hambly B, et al. Elite endurance athletes and the ACE | allele: the role of genes in athletic
performance. Hum. Genet. 1998; 103: 48-50.

Friedl W, Krempler F, Sanderhfer F, Paulweber B. Insertion/deletion polymorphism in the angiotensin-converting-
enzyme gene and blood pressure during ergometry in normal males. Clin. Genet. 1996; 50: 541-544.

Kanazawa H, Okamoto T, Hirata K, Yoshikawa J. Deletion polymorphism in the angiotensin converting enzyme gene
are associated with pulmonary hypertension evoked by exercise challenge in patients with chronic obstructive
pulmonary disease. Am. J. Respir. Crit. Care Med. 2000; 162: 1235-1238.

Folland J, Leach B, Little T, et al. Angiotensin-converting enzyme genotype affects the response of human skeletal
muscle to functional overload. Exp. Physiol. 2000; 85: 575-579.

ENOS-3 References
1.

Ghilardi G, Biondi ML, DeMonti M, Bernini M, Turri O, Massaro F, Guagnellini E, Scorza R. Independent risk factor for
moderate to severe internal carotid artery stenosis: T786C mutation of the endothelial nitric oxide synthase gene.
Clin. Chem. 2002; 48: 989-993.

Data SA, Roltsch MH, Hand B, Ferrell RE, Park J-J, Brown MD. eNOS T-786C genotype, physical activity, and peak
forearm blood flow in females. Medicine Sci. Sports Exerc. 2003: 1991-1997.

Nakayama M, Yasue H, Yoshimura M, Shimasaki Y, Ogawa H, Kugiyama K. T = 786C mutation in the 5’ flanking
region of the endothelial nitric oxide synthase gene is associated with myocardial infarction, especially without
coronary organic stenosis. Am. J. Cardiol. 2000; 86: 628-634.

Erbs S. Baither Y, Linke A, et al. Promoter but not exon 7 polymorphism of endothelial nitric oxide synthase affects
training-induced correction of endothelial dysfunction. Arterioscler. Thromb. Vasc. Biol. 2003; 23: 1814-1819.

Kimura T, Yokoyama T, Matsumura Y, et al. NOS3 genotype-dependent correlation between blood pressure and
physical acitivty. Hypertension. 2003; 41: 355-360.

Wang XL, Wang J. Endothelial nitric oxide synthase gene sequence variations and vascular disease. Mol. Genet.
Metab. 2000; 70: 241-251.

Rossi GP, Taddei S, Virdis A, et al. The T-786C and Glu298Asp polymorphisms of the endothelial nitric oxide gene
affect the forearm blood flow responses of caucasian hypertensive patients. JACC. 2003; 41: 938-945.

MTHFR References

1.

Casas JP, Bautista LE, Smeeth L, Sharma P, Hingorani AD. Homocysteine and stroke: evidence on a causal link from
Mendelian randomisation. Lancet. 2005; 365: 224-232.

Klerk M, Verhoef P, Clarke R, Blom HJ, Kok FJ, Schouten EG. MTHFR 677 C>T polymorphism and risk of coronary
heart disease. JAMA. 2002; 288: 2023-2031.

Yilmaz H, Isbir S, Agachan B, Ergen A, Farsak B, Isbir T. C677T mutation of methylenetetrahydrofolate reductase gene
and serum homocysteine levels in Turkish patients with coronary artery disease. Cell Biochem. Funct. 2005.

Sun J, Xu'Y, Xue J, Zhu Y, Lu H. Methylenetetrahydrofolate reductase polymorphism associated with susceptibility to
coronary heart disease in Chinese type 2 diabetic patients. Mol. Cell Endocrinol. 2005; 229: 95-101.

Liu CS, Chiang HC, Chen HW. Methylenetetrahydrofolate reductase polymorphism determines the plasma
homocysteine-lowering effect of large-dose folic acid supplementation in patients with cardiovascular disease.
Nutrition. 2004; 20: 974-978.

Wald DS, Law M, Morris JK. Homocysteine and cardiovascular disease: evidence on causality from meta-analysis.
BMJ. 2002; 325: 1-7.

-10-



HIF-1 References

1.

Mortimer H, Patel S, Peacock AJ. The genetic basis of high-altitude pulmonary oedema. Pharmacol. Ther. 2004; 101:
183-192.

Tanimoto K, Yoshiga K, Eguchi H, Kaneyasu M, Ukon K, Kumazaki T, Oue N, Yasui W, Imai K, Nakachi K, Poellinger L,
Nishiyama M. Hypoxia-inducible factor-1lalpha polymorphisms associated with enhanced transactivation capacity,
implying clinical significance. Carcinogenesis. 2003; 24: 1779-1783.

Suzuki K, Kizaki T, Hitomi Y, Nukita K, Miyazawa N, Koayashi K, Ohnuki Y, Ohno H. Genetic variation in hypoxia-
inducible factor l1alpha and its possible association with high altitude adaptation in Sherpas. Medical Hypoth. 2003;
61: 385-389.

Prior SJ, Hagberg JM, Phares DA, et al. Sequence variation in hypoxia-inducible factor lalpha (HIF1A): association with
maximal oxygen consumption. Physiol. Genomics. 2003; 15: 20-26.

Raguso CA, Guinot SL, Janssens JP, Kayser B, Pichard C. Chronic hypoxia: common traits between chronic obstructive
pulmonary disease and altitude. Curr. Opin. Clin. Nutr. Metab. Care. 2004; 7: 411-417.

MCT-1 References

1.

Merezhinskaya N, Fishbein WN, Davis JI, Foellmer JW. Mutation in MCT1 cDNA in patients with symptomatic
deficiency in lactate transport. Muscle Nerve. 2000; 23: 90-97.

Bonen A, McCullagh JA, Putman CT, Hultman E, Jones NL, Heigenhauser GJF. Short-term training increases human
muscle MCT1 and femoral venous lactate in relation to muscle lactate. Am. J. Physiol. 1998; 274: 102-107.

Baker SK, McCullagh JA, Bonen A. Training intensity-dependent and tissue-specific increases in lactate uptake and
MCT-1 in heart and muscle. J. Appl. Physiol. 1998; 84: 987-994.

McCullagh KJ, Poole RC, Halestrap AP, Tipton KF, O’Brien M, Bonen A. Chronic electrical stimulation increases MCT1
and lactate uptake in red and white skeletal muscle. Am. J. Physiol. 1997; 273: 239-246.

McCullagh KJ, Poole RC, Halestrap AP, O’'Brien M, Bonen A. Role of the lactate transporter (MCT1) in skeletal muscles.
Am. J. Physiol. 1996; 271: 143-150.

Thomas C, Perrey S, Lambert K, Hugon G, Mornet D, Mercier J. Monocarboxylate transporters, blood lactate removal
after supramaximal exercise, and fatigue indexes in humans. J. Appl. Physiol. 2005; 98: 804-809.

Baker SK, McCullagh KJ, Bonen A. Training intensity-dependent and tissue-specific increases in lactate uptake and
MCT-1 in heart and muscle. J. Appl. Physiol. 1998; 84: 987-994.

Cuff MA, Shirazi-Beechey SP. The human monocarboxylate transporter, MCT1: genomic organization and promoter
analysis. Biochem. Biophys. Res. Commun. 2002; 292: 1048-1056.

Col1A1 References

1.

McKenna MJ, Nguyen-Huynh AT, Kristiansen AG. Association of otosclerosis with Sp1 binding site polymorphism in
Col1A1 gene: evidence for a shared genetic etiology with osteoporosis. Otology Nurotology. 2004; 25: 447-450.

Long JR, Liu PY, Lu Y, Xiong DH, Zhao LJ, Zhang YY, Elze L, Deng HW. Association between Col1A1 gene
polymorphisms and bone in Caucasians. Eur. J. Hum. Genet. 2004; 12: 383-388.

Garcia-Giralt N, Nogues X, Enjuanes A, Puig J, Mellibovsky L, Bay-Jensen A, Carreras R, Balcells S, Diez-Perez A,
Grinberg D. Two new single-nucleotide polymorphisms in the Col1A1 upstream regulatory region and their relationship
to bone mineral density. J. Bone Miner. Res. 2002; 17: 384-393.

Liu P-Y, Lu Y, Long J-R, Xu F-H, Shen H, Recker RR, Deng H-W. Common variants at the PCOL2 and Sp1 binding sites
of the Col1A1 gene and their interactive effect influence bone mineral density in Caucasians. J. Med. Genet. 2004;
41: 752-757.

Mann V, Hobson EE, Li B, Stewart TL, Grant SFA, Robins SP, Aspden RM, Ralston SH. A Col1A1 Sp1 binding site
polymorphism predisposes to osteoprotic fracture by affecting bone density and quality. J. Clin. Invest. 2001; 107:
899-907.

Bandres E, Pombo |, Gonzalez-Huarriz M, Rebollo A, Lopez G, Garcia-Foncillas J. Association between bone mineral
density and polymorphisms of the VDR, ER-alpha, Col1A1 and CTR genes in Spanish postmenopausal women. J.
Endocrinol. Invest. 2005; 28: 312-321.

Tilkeridis C, Bei T, Garantiotis S, Stratakis CA. Association of a Col1A1 polymorphism with lumbar disc disease in
young military recruits. J. Med. Genet. 2005; 42: e44.

Van Pttelbergh I, Goemaere S, Nuytinck L, De Paepe A, Kaufman JM. Association of the type | collagen alpha 1 Sp1
polymorphism, bone density and upper limb muscle strength in community-dwelling elderly men. Osteoporos. Int.
2001; 12: 895-901.

Mann V, Ralston SH. Meta-analysis of Col1A1 Sp1 polymorphism in relation to bone mineral density and osteoporotic
fracture. Bone. 2003; 32: 711-717.

-11-



TNFo & IL-6 References

1.

Neidhart M, Muller-Lander U, Frey W, Bosserhoff AK, Colombani PC, Frey-Rindova P, Hummel KM, Gay RE,
Hauselmann H, Gay S. Increased serum levels of non-collagenous matrix proteins (cartilage oligomeric metrix protein
and melanoma inhibitory activity) in marathon runners. Osteoarthritis Cartilage. 2000; 8: 222-229.

Winchester EC, Millwood IY, Rand L, Penny MA, Kessling AM. Association of the TNF-alpha-308 (G—=>A) polymorphism
with self-reported history of childhood asthma. Hum. Genet. 2000; 107: 591-596.

Warren GL, Hulderman T, Jensen N, McKinstry M, Mishra M, Luster MI, Simeonova PP. Physiological role of tumor
necrosis factor alpha in traumatic muscle injury. FASEB Journal. 2002; Aug 7.

Steinacker JM, Lormes W, Reissnecker S, Liu Y. New aspects of the hormone and cytokine response to training. Eur. J.
Appl. Physiol. 2004; 91: 382-391.

Vignaud A, Cebrian J, Martelly I, Caruelle JP, Ferry A. Effect of anti-inflammatory and antioxidant drugs on the long-
term repair of severely injured skeletal muscle. Exp. Physiol. 2005; 22.

Smith LL. Cytokine hypothesis of overtraining: a physiological adaptation excessive stress? Med. Sci. Sports Exerc.
2000; 32: 317-331.

Ostrowski K, Hermann C, Bangash A, Schjerling P, Nielsen JN, Pedersen BK. A trauma-like elevation of plasma
cytokines in humans in response to treadmill running. J. Physiol. 1998; 513: 889-894.

MnSOD References

1.

Woodson K, Tangrea JA, Lehman TA, Modali R, Taylor KM, Snyder K, Taylor PR, Virtamo J, Albanes D. Manganese
superoxide dismutase (MnSOD) polymorphism , alpha-tocopherol supplementation and prostate cancer risk in the
alpha-tocopherol, beta-carotene cancer prevention study (Finland). Cancer Causes Control. 2003; 14: 513-518.

Millikan RC, Player J, Rene de Cotret A, Moorman P, Pittman G, Vannappagari V, Tse C-K J, Keku T. Manganese
superoxide dismutase Ala-9Val polymorphism and risk of breast cancer in a population-based case-control study of
African Americans and whites.

Gottlieb MG, Schwanke CH, Santos AF, Jobim PF, Mussel DP, da Cruz IB. Association among oxidized LDL levels,
MnSOD, apolipoprotein E polymorphisms, and cardiovascular risk factors in a south Brazilian region population.
Genet. Mol. Res. 2005; 4: 691-703.

Genkinger JM, Platz EA, Hoffman SC, Strickland P, Huang HY, Comstock GW, Helzlsouer KJ. C47T polymorphism in
manganese superoxide dismutase (MnSOD), antioxidant intake and survival. Mech. Ageing Dev. 2006; 127: 371-377.

Holla LI, Kankova K, Vasku A. Functional polymorphism in the manganese superoxide dismutase (MnSOD) gene in
patients with asthma. Clin. Biochem. 2006; 39: 299-302.

Park SY, Lee KH, Kang D, Lee KH, Ha EH, Hong YC. Effect of genetic polymorphisms of MnSOD and MPO on the
relationship between PAH exposure and oxidative DNA damage. Mutat. Res. 2006; 593: 108-115.

CYP1A1, GSTP1, GSTT1 & GSTM1 References

1.

Colombo J, Rossit A, Caetano A, Borim A, Wohnrath D, Silva E. GSTT1, GSTM1 and CYP2E1 genetic polymorphisms in
gastric cancer and chronic gastritis in a Brazilian population. Word J. Gastrol. 2004; 10: 1240-1245.

Kote-Jarai Z, Easton D, Edwards S, Jefferies S, et al. Relationship between glutathione S-transferase M1, P1 and T1
polymorphisms and early onset of prostate cancer.

Ballerini S, Bellincampi L, Bernardini S, lori R, Cortese C, Federici G. Analysis of GSTP1-1 polymorphism using real-
time polymerase chain reaction. Clinica. Chimica. Acta. 2003; 329: 127-132.

Kiyohara C, Wakai K, Mikami H, Sido K, Ando M, Ohno Y. Risk modification by CYP1A1 and GSTM1 polymorphisms in
the association of environmental tobacco smoke and lung cancer: a case control study in Japanese non-smoking
women. Int. J. Cancer. 2003; 107: 139-144.

Ghobadloo SM, Yaghmaei B, Bakayev V, Goudarzi H, Noorinayer B, Samiy S, Aghabozorghi S, Zali MR. GSTP1, GSTM1
and GSTT1 genetic polymorphisms in patients with cryptogenic liver cirrhosis. J. Gastrointest. Surg. 2004; 8: 423-427.

Tamer L, Calikoglu M, Ates NA, Yildirim H, Ercan B, Saritas E, Unlu A, Atik U. Glutathione-S-transferase gene
polymorphisms (GSTT1, GSTM1 and GSTP1) as increased risk factors for asthma. Respiratory. 2004; 9: 493-498.

Nebert DW, McKinnon RA, Puga A. Human drug-metabolising enzyme polymorphisms: effects on risk of toxicity and
cancer. DNA and Cell Biology. 1996; 15: 273-280.

Delescluse C, Lemaire G, de Sousa G, Rahmani R. Is CYP1A1 induction always related to AHR signaling pathway?
Toxicology. 2000; 153: 73-82.

-12 -



